Methods
STUDIES in man and experimental animals have found the site of atrial stimulation to influence atrioventricular nodal (AVN) transmission of impulses. '-6 These investigations raised the possibility of different functional and anatomic inputs into the AVN. Morphologic studies in humans have shown several transitional cell approaches to the compact node that could provide the anatomic basis for these phenomena.67, Use of different AVN approaches or exits has also been suggested in AVN echoes in the rabbit heart8 and in cases with change in atrial sequence with retrograde slow pathway conduction in the human heart.9 In this study we used right and left atrial stimulation to investigate the role of different atrial inputs into the AVN in the demonstration of dual AVN pathways and the induction of AVN reentry.
Patients
Commencing January 1978, patients who underwent electrophysiologic study in our laboratory were included in this study if they satisfied the following criteria:
(1) Clear demonstration of discontinuous AVN function curves on extrastimulus testing; in addition, an increment of at least 50 msec in A2H2 interval after a 10-msec decrease in prematurity of the test atrial beat was required at the break point; (2) atrial stimulation was performed from right and left atrium (either from the coronary sinus or directly through a probe-patent foramen ovale); and (3) no evidence of an AV accessory pathway (antegrade or retrograde, overt or concealed) was found during electrophysiologic study.
Fifteen patients were studied, nine males and six females, mean age 45 ± 13 years (±SD) (range 24-66 years) . Indications for electrophysiologic study were previously documented tachycardia, often refractory to standard medical management and nondocumented recurrent palpitations. All patients gave informed consent before electrophysiologic study.
Electrophysiologic Study
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Critical AH Interval and Induction of AVN Reentry
In four patients, it appeared that a critical AH interval22 was not always a prerequisite for induction of AVN reentry. In patients 3, 6 and 12, the range of AH intervals associated with induction of AVN echoes intermixed with similar or longer AH intervals that were not associated with AVN reentry ( figs. 3 and 4) . In patient 6, a small change in site of left atrial stimulation produced similar slow-pathway AH intervals but AVN echoes were not induced in comparison to pacing at the previous site (BCL 500 msec; fig. 4 ). In patient 1, AVN echoes could not be induced from the right atrium at a BCL of 600 msec even though AH intervals of up to 50 msec longer were obtained compared with slow-pathway AH intervals induced by left atrial stimulation that did produce AVN reentry. AHmaxfast was variable at the faster range of BCLs, but 'this is compatible with the variability of the "break point" in the AVN function curves. The reasons for the shorter AH intervals with left atrial stimulation are unclear. However, both slow and fast AVN pathways appear to be affected in a similar way. effective), although this difference did not achieve statistical significance.' The major reason was a prolonged left AFRP in some cases, rather than an effect on the AVN intrinsic' to the site of stimulation. Nevertheless, we strongly recommend that a coronary sinus catheter be inserted in all cases of supraventricular tachycardia because it often provides valuable evidence'concerning the presence or absence of a left-sided'accessory pathway, one of the major differential diagnoses.
Variability of Demonstration of Dual AVN Pathways or Induction of AVN Reentry Apparently spontaneous variability in AVN conduction, AVN refractoriness, and induction of AVN reentry was frequently observed. Overlap of fast-and slow-pathway curves ( fig. 2 ) was frequent in our experience and that of others.1' Antegrade conduction down one pathway or the other appeared to be random in these circumstances. Variable random failure of AVN condu'ction over both AVN pathways was also common ( fig. 2) . Variability in the critical AH interval for reentry under identical or very similar experimental conditions was also seen, with sponta'neous failure of reentry occurring for no apparent-reason ( fig. 4) . Delivery of atrial extrastimuli at an identical BCL at a pacing site only 1 cm distal from a previous site failed to reproduce AVN reentry in patient 6, although other factors were comparable ( fig.' 4 , BCL 500 msec). Changes in autonomic tone may explain this variability. Induction and maintenance of AVN reentry tachycardia in the electrophysiology laboratory are critically dependent on background autonomic tone, and frequently atropine is required to initiate sustained tachycardia.23 Furthermore, in denervated AVN preparations the level of AVN block of premature atrial beats may vary considerably with minor changes in prematurity of the test impulse.8 24 Given this physiologic basis for AVN reentry, it seems reasonable that minor changes in sympathetic tone or depth of AVN penetration with premature impulses might have marked effects on induction of AVN reentry, causing the spontaneous variability noted in this study. Repeated induction of tachycardia may be a precipitating factor in inducing changes in autonomic tone. In addition, some degree of variability may be an inherent property of AVN conduction.
Conclusions and Clinical Implications
The site of atrial stimulation influences conduction times in both fast and slow AVN 
